[Vol. 63(B), (a, 1 year and 5 months ; b, 2 years and 2 months) and symptomatic muscular dystrophy (a, 2 years and 9 months; b, 6 years ; c, 8 years). The results are summarized in Fig. 1 . In normal skeletal muscle, both nebulin and connectin bands were clearly recognized in Coomassie Blue stained gels (left lane in each panel 1) and immunoblots identified their presence (middle (connectin) and right (nebulin) lanes).
Note that there were 400 kDa fragments of connectin reacted with anti-connectin.
In preclinical (panel 2) and symptomatic muscular dystrophy (panel 3) muscles, there were seen several bands around nebulin (each left lane). However, from the immunoblot (each right lane), it was possible to identify the nebulin band in all the cases. It is likely that other bands were derived either from connectin or from nebulin. Due to weak reactivity with the antiserum, it was not possible to identify each of them. It appeared that the reactivities with anti-nebulin and with anti-connectin were weaker in muscular dystrophy (panels 2 and 3) than in control muscle (panel 1). An SDS gel electrophoresis pattern clearly shows that nebulin band was much less distinct in Duchenne dystrophy muscle than in control, as shown in Fig. 2 . It is also evident that v-connectin was less and jS-connectin was more in dystrophic muscle than in control.
Our work strongly suggests that both nebulin and connectin are expressed in Duchenne muscular dystrophy.
However, both proteins tend to be degraded into smaller polypeptides.
For the latter, we could follow the degradation process of both proteins, when freshly excised chicken breast muscles were stored at 0°C. As shown in Fig. 3 , there were not appreciable changes up to 12 hr, but at 24 hr both connectin and nebulin were considerably degraded as seen in dystrophy muscle and at 36 hr nebulin disappeared completely. These degradations were apparently due to the hydrolytic actions of endogeneous proteases.
Discussion. Wood et al.>> showed that nebulin band was absent or extremely faint in SDS gel electrophoresis patterns of Duchenne dystrophy muscles. However, on closer examinations, there were several additional bands below nebulin suggesting its degradation. This is in good agreement in the present results, although the presence of nebulin in dystrophy muscle was evident from the immunoblot technique in this investigation.
It is well known that proteinases, especially calcium activated neutral proteinase, are activated in Duchenne dystrophy muscle (see Ref. 10) for a review).
The calcium activated proteinase quickly hydrolyzes nebulin in myofibrils.11) Therefore, it is likely that nebulin is degraded by the action of this enzyme in dystrophy muscle.
In conclusion, it is unlikely that nebulin is the product of Duchenne muscular dystrophy gene.
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